





































Editorial 


The price of our recently acquired ability to treat infections by antibiotics is the 
Lab- emergence of the drug resistant organism. The “hospital staphylococcus” is of course 
erlohn, }) 4 direct result of such therapy and there is no doubt that it is found most commonly 
in those hospitals and wards in which antibiotics are most freely used. As Americans 

sav, the problem of staphylococcal sepsis is now common “‘in all medically advanced 

parts of the world’’!. Disquieting and worrying as are these epidemics due to the 






namp- hospital staphylococcus and other resistant organisms they are also proving to be of 
; some value; for as a result, we are being forced to study anew the essential epidemiology 
Geria. |, 0! Such infections. We are being made to think again and to think hard about the way 
orwich in which these organisms spread from case to case and from carrier to carrier and how 
} they gain access to tissues. We have learnt that, as is so often the case, for‘every in- 

Truro |) fection produced there are large numbers of symptomless carriers. The work of Dr. 
ntment |) Gillespie and others has shown the frequency with which nasal carriers occur and how 
int in |) quickly the nares can become infected. Yet at the same time it would appear that 
»- ') although these nasal carriers may spread the organism they are not commonly the 
en ') source of serious infections. The reason for this anomalous state of affairs is still to 
’ |) be found; in fact our knowledge of this aspect of the problem, which might be called 
yGew the ecology of the staphylococcus, is all too meagre. In this number Dr. Gillespie? 


describes some of the slow and laborious steps by which these gaps in our knowledge 
are being filled. Outbreaks of serious infections with these organisms seem usually 


leen 

Child- to be related to the presence of staphylococcal sepsis—infected wounds or boils—in 
the community. All the studies which have been made on the problem, as for example 

igen those of Gillespie and of Barber and Dutton®, serve to remind us forcibly that staphy- 

11Ca. 


lococcal sepsis is an infectious disease which should be regarded with respect and iso- 
lated as carefully and as efficiently as possible. While it is clear that these resistant 
organisms only assume prominence as a cause of infection in communities in which 
antibiotics are widely and perhaps excessively used it is also clear that it is now too 
late to prevent their ravages by reducing our use of antibiotics. Nevertheless it is 
important that we should remember that organisms which show resistance to one of 
the groups of antibiotics very rapidly become resistant to the others and it is urgently 
necessary for us to reserve the newer antibiotics for serious infections with these 
resistant organisms. 

Another value of the outbreaks of infection with resistant organisms in our hospitals 
is that they are serving to remind us that our sometimes vaunted “‘asepsis’’ is only as 
strong as its weakest point and that this is often very weak. We can no longer rely on 
efficient asepsis alone, but must be ready to supplement this at any time with intelligent 
use of antiseptics while we are searching for the break in the aseptic chain which has 
permitted infection to spread. 


, Royal 
Truro. 


CBP. 


‘J. Amer. med. Ass., 1958. 166. 1177-1203. 
* Page 56. 
% Lancet, 1958. II 64. 
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HOSPITAL CROSS-INFECTION* 


W. A. GILLESPIE, M.D., F.R.C.P.I., D.P.H. 
Pathologist, United Bristol Hospitals 


It is customary to begin a talk on Hospital Cross-Infection by quoting the well- " 
known words of Florence Nightingale. In 1859 she said that ‘It may seem a strange © 
principle to enunciate as the very first requirement in a hospital, that it should do the 
sick no harm’’. 

Her words are still relevant today in spite of all our improvements in asepsis. 
Hospitals may still be dangerous places, although much less dangerous than in Miss 
Nightingale’s day. 

Cross-infection in a hospital does not differ essentially from the cross-infection 
which goes on all the time in any community such as a household or a school. Microbes, 
both pathogens and non-pathogens, frequently pass from person to person. Most of 7 
this cross-infection is harmless; harm comes, however, when the balance between the 
microbes and the hosts is upset. In hospitals, the balance is often tilted in favour of 
the microbes, and it is easy to see why. Firstly, the resistance of the patients to infec- 
tion may be low, for example very young infants, old people, patients whose tissues 
are exposed by surgical operations, or whose immunity is lowered by debility. Next, 
in hospitals, there may be very large numbers of pathogenic microbes, produced by 
patients who themselves are suffering from open infections; moreover, the patients 

are close together and frequently handled by a common staff, so that the germs can 
spread easily. Finally, the use of antibiotics has upset the balance among the microbes 
themselves, and has favoured the spread and multiplication of strains which have 
developed resistance to the drugs. 

There are several important manifestations of cross-infection in modern hospitals, 
with which I cannot deal in this paper—for example, gastro-enteritis in infants’ wards 
and nurseries. I want to talk about sepsis in surgical and maternity hospitals. Pre- 
viously, the group-A haemolytic streptococcus was the most dangerous pyogenic 
organism. It still is a danger, particularly in obstetrics, plastic surgery, and among 
rheumatic fever convalescents. But nowadays, most septic cross-infection is caused 
by microbes which have developed resistance to the antibiotics—the staphylococci, 
the coliforms, and other gram-negative bacilli. And it is with these that I want to deal. 

When considering cross-infection, we should try to answer a number of questions: 

(:) How important is it, clinically? How much harm is it doing? For example, is it 
really a fact, as a Scottish bacteriologist is reported as saying, that maternity hospitals 
are really very dangerous places to have babies in, because of over-crowding and cross- 
infection? It is very easy to exaggerate the harm done, and to forget the benefits of 
hospitals. We need a statistical evaluation of the harm done by cross-infection, in 
terms of death and ill-health, and delayed wound healing. 

(ii) How much are the “hospital” organisms spreading to the community outside, 
and bringing with them their antibiotic resistance? 

(iii) How should the infections be prevented? Is it worth-while trying to do so? 
Here we find dispute and confusion, because of a serious lack of epidemiological 
knowledge. Usually, there are several sources of the responsible organism, and 
many routes by which it may spread. But some of these sources and routes may be far 
more important than others, and unless we know which, we can use up our energy in 
trying to introduce a whole lot of remedies, instead of concentrating on the few 
immediately important things. When faced with sepsis resulting from cross-infection, 
it is only too easy to make a long list of remedies, all desirable in themselves, but many 


* From an address to the Bristol Medico-Chirurgical Society, on May 21st, 1958. 
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of them costly, or impracticable, or of minor importance in the immediate circumstan- 
4 ces. We talk about misuse of antibiotics, carriers among the nursing staff, faulty 
') ventilation, bad wound dressing technique, lack of isolation facilities, dusty floors and 
> blankets, faulty sterilisers, over-crowding, inadequate sluice rooms, toilet facilities, 
and so on. I do not suggest that these things are not important; but in a particular 
epidemic, one or two may be much more important than all the others, and should be 
tackled first. This sort of quantitative information is essential, and can only be ob- 
tained by epidemiological study, which may take months or years. 





e well. '3 | Now I want to illustrate these points by briefly describing some recent investigations 
strange |) in the United Bristol Hospitals. Fuller accounts will be published elsewhere. 
do the © 


I. URINARY INFECTIONS AFTER PROSTATECTOMY 


asepsis. q Some years ago Mr. Ashton Miller suggested that we should investigate this prob- 
n Miss | lem, and for three years we have done so. (Gillespie, 1956; Miller et al., 1958). 

: It is well known that infection is common after bladder operations. But we did not 
fection | , realise just how common it was until we examined daily urine specimens, and found 
crobes, | that nearly 75 per cent of patients who came to operation with sterile urine developed 
lost of fi > heavy infections after prostatectomy. Sometimes the infections cleared up quickly, 
but in two thirds of the patients, infection lasted for up to three months and in one- 


een the é ; : . 

sour of third for six months, and in a few cases it lasted for more than a year. The causative 
)infec- | bacteria were usually gram-negative bacilli; but staphylococci and Str. faecalis were 
tissues | 2/80 common. How important were the infections? Sometimes they are regarded as 


Next, |) #lmost normal or at any rate inevitable complications of prostatectomy. It is true that 
ced by | most cases clear up when the operation site heals, and no great harm is done. But an 
important minority do suffer serious consequences such as pyelonephritis, endocar- 


atients a ; , F : ; 
ms can ditis and septicaemia. In three years we have seen one patient with bacterial endo- 
seethes carditis and nine with septicaemia, all caused by post-operative urinary infection; 


h have |) four of these patients died. The only way to avoid the occasional serious consequences 
of these urinary infections is to prevent every urinary infection in these patients. 

spitals, ‘The mechanism of invasion of the blood stream was interesting. The key was the 

wards | Clinical observation that patients sometimes have a rise of temperature, and sometimes 

. Pre- §§ @ Tigor a few hours after removing their indwelling catheters. Mr. Slade and Mr. 

» Linton took blood cultures from a number of patients. From each they took three 











ogenic | 
nee + cultures, the first just before withdrawing the indwelling catheter, the second five 
caused || Minutes later, and the third half an hour later (Slade, 1958). Patients with sterile urine 
aeaee) had negative blood cultures; but seven of fourteen patients who had developed in- 
o deal, |» fected urine in the few days since their operations, were found to develop a transient 
stions: || bacteraemia five minutes after the catheter was withdrawn. (Table 1). None of 
le, is it r TABLE I 
spitals | 
\onnees Te BLOOD CULTURES 5 MINUTES AFTER 
efits of 4 REMOVING INDW ELLING CATHETERS 
ion, in Showing that withdrawing the catheter caused 
a bacteraemia in half the patients when the 
d urine was infected. 

utside, 

5 7 Number Blood Cultures 
do so! j ae a 
logical 3 Patients Urine Pos. Neg. 
n, and | ae 
. : 15 Sterile ° 15 
be far ‘ 4 Infected 7 7 
ergy in 
he few 


ection, | these patients came to harm, but there is clearly a risk that the bacteraemia may per- 
t many NI sist and lead to septicaemia, bacterial shock, or pyelonephritis. A kidney already 
damaged by prostatic obstruction would be particularly susceptible to pyelonephritis 
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from blood-stream infection. These blood culture results recall the bacteraemia 
caused by dilating urethral strictures, demonstrated many years ago by Scott (1929) 
and Barrington and Wright (1930). 

Prevention. The interesting findings were that most of the organisms were abnor- 
mally resistant to antibiotics and that they did not come from the patient’s own bowel. 
They were cross-infections from other patients. We took many swabs in the wards, 
and could readily isolate the causative organisms there. We failed to isolate them in 
cultures from theatre equipment. So we decided to concentrate first on preventing 
infection in the ward, after operation. We did controlled trials of closed aseptic 
methods of draining and irrigating the bladder. The old way was to connect the in- 
dwelling catheter, placed in the bladder at operation, to a rubber tube which drained 
into an open pail at the bedside, and if clots caused obstruction, to wash them out with 
a sterile bladder syringe. Many people as well as ourselves have believed that washing 
out the bladder in this way may introduce infection. We also found that the open 
drainage, even without irrigation, may permit infection. It may seem strange that 
even non-motile bacteria can travel up several feet of tubing, against the flow of urine. 
We found the explanation in the air bubbles which pass up the tube from time to time, 
and carry up bacteria. 

Our new apparatus was meant to avoid these risks (Figure 1). Urine drains into a 
closed sterile bottle containing formalin. When clots block the catheter, they are 
dislodged by sterile saline, allowed to flow in by gravity. If this is not enough, extra 
pressure or suction is obtained by a Higginson syringe, from which the valves are re- 
moved, and which connects the catheter to the drainage bottle. By pinching the tube 
above or below the bulb, one can get extra pressure or suction and usually dislodge the 
clots. 

For a year we used this entirely closed method on randomly selected patients, while 
the others had the old open system. The result was a disappointingly small improve- 
ment (Table 2). The table shows that the closed cases had a 57 per cent infection rate, 


TABLE 2 
INFECTION AFTER PROSTATECTOMY 








Operations Infections | Infection Rate 
Old Methods in Theatre and Wards 57 42 | 74 per cent ia 
Closed Drainage and Irrigation .. a 44 25 57 per cent 7 
Same, with new theatre routine .. — 47 8 22 per cent a 





as compared with 74 per cent in the open cases. However, Mr. Linton found that many 
of the infections were starting within eighteen hours of operation, suggesting that they 
were introduced at operation, and these theatre infections were hiding much of the 
good effect of our closed apparatus. Therefore we next directed our attention again 
to the theatre. As I said before, cultures from cystoscopes etc. had been made from 
time to time, and had been sterile. But even so, these instruments seemed to be the 
likeliest vehicles of infection. Some patients on the operating lists already had in- 
fected urine, and they were not always taken last. By comparing the properties of 
bacteria, we found several examples of cross-infection within the lists. Cystoscopes 
were being disinfected between cases by washing and immersing in oxycyanide, which 
is a poor disinfectant. Last November, we changed to a mixture of “‘Hibitane’’ and 
oxycyanide for instruments which cannot be boiled. This change brought about an 
immediate improvement, and reduced the infection rate to 22 per cent. 

This investigation is still going on and we are hoping to reduce cross infection further. 
But we have done enough to realise that organisms have relatively few routes of entry 
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into new patients, and that these routes can readily be controlled. It has paid to direct 
our main attack on these vehicles and routes, namely the cystoscopes and the drainage 
apparatus. 


DRAINAGE BOTTLE 





LIQ. FORMALDEHYDE 
Pal 


FicurE 1. Apparatus for closed bladder drainage and irrigation after 
prostatectomy. 


II. STAPHYLOCOCCAL CROSS-INFECTION 


Staphylococci have always been important causes of sepsis, but up to fifteen years 
ago they were overshadowed by the group A streptococci. Since then, the streptococci 
have remained sensitive to antibiotics, but many staphylococci have become resistant, 
and hence they are now the chief organisms of sepsis. We are all familiar with peni- 
cillin-resistant staphylococci. The curious thing is that although we now see far more of 
them than formerly, no staphylococcus has become resistant to penicillin. ‘The explana- 
tion of this apparent paradox is the fact that even before penicillin was introduced, 
about 5 per cent of staphylococci were naturally resistant to it because they produced 
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the enzyme penicillinase, which destroys penicillin. These strains have multiplied 
in hospitals, where penicillin is used, and now amount to over 80 per cent of the 
staphylococci which we isolate from in-patients and nurses. It is not only the penicillin 
given to patients which causes the trouble, for Gould (1958) has shown that there are 
traces of it in the hospital atmosphere, derived from filling syringes, which may have 
a similar selective effect. 

Staphylococci were at first sensitive to the other common antibiotics, but resistant 
strains have arisen by a process of mutation, and they too have spread and multiplied 
in hospitals where the drugs are used. But as penicillin is still the most commonly used 
antibiotic, no staphylococcus can get very far unless it is resistant to penicillin. This 
is why we find that the staphylococci which are resistant to sulphonamide, strepto- 
mycin, tetracycline, and so on, are nearly always resistant to penicillin as well. Clearly, 
it is the production of penicillinase by staphylococci which is at the root of the prob- 
lem. If only the chemists could modify the penicillin molecule and make it insuscepti- 
ble to penicillinase, the staphylococcal problem would be solved. 

These considerations rightly make us think about our policy with antibiotics. It is 
true that antibiotics are sometimes given unnecessarily, and we should be highly 
critical of such misuse. But to suppose that the problem of the hospital staphylococcus 
could be solved by being more sensible with antibiotics is, I’m afraid, an over-simplifi- 
cation. It is, of course, particularly important to avoid using the newer antibiotics 
when possible, so that they may be available to treat the occasional very dangerous 
infection. We like to keep erythromycin and novobiocin in reserve as far as possible, 
and to remember, incidentally, that drugs such as “Sigmamycin”’, “Spiramycin” and 
“Rovamycin” are relatives of erythromycin and their use may breed staphylococci with 
a resistance to erythromycin too. 

When one investigates staphylococcal cross-infection, one often finds that there are 
a number of different strains of staphylococcus concerned. Sometimes, however, the 
trouble is caused by one strain, with exceptional virulence. As Anderson and Williams 
(1956) pointed out, it is important to decide this point, by phage-typing representative 
cultures, because the remedy may become obvious; thus if one strain is causing the 
trouble, it may be possible to identify and treat the carriers and the open lesions from 
which this organism is spreading, and not expend too much energy in chasing other 
staphylococci. An outbreak of infection by a Type 80 staphylococcus in the Bristol 
Children’s Hospital illustrates this point (Gillespie and Alder, 1957). It was intro- 
duced by children transferred from another hospital in March 1956, and for three 
months it spread rapidly and caused more infections than all the other staphylococci 
in the hospital put together. The infections were unusually virulent, and caused the 
deaths of two children already ill and all non-urgent surgery had to be postponed. 
Luckily this Type 80 strain was easy to isolate and identify by phage typing, and we 
were able to tackle it by a campaign of repeatedly swabbing all the noses and open 
lesions in the hospital. When we found a nasal carrier, we treated him with an anti- 
septic ointment which usually suppressed his carrier state. Infected patients were 
barrier-nursed; the organism then disappeared, (Figure 2). It came back again in a 
similar way, later, and we have had to adopt a set of standing precautions to detect it, 
and to prevent it from building up its numbers in the hospital. 


STAPHYLOCOCCAL INFECTION IN SURGERY 


For two years, Dr. Ayliffe, Mr. Alder, and previously Mr. Wypkema and Mr. 
Bradbeer have been studying this problem in three surgical wards, (by kind permis- 
sion of the consultants). The objects were three: to see how much harm the staphy- 
lococci did, under normal conditions, in busy wards; to study the sources and modes 
of spread of these staphylococci, and to see whether the cross-infection could be re- 
duced by adopting various precautions. 

We carried out a regular programme of swabbing and of phage-typing the staphy- 
lococci which I need not describe. The investigation has had to be carried on for a 
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FicurE 2. Type 80 and other Penicillin-resistant Staphylococcal Infections in 
Children’s Hospital. 


long time, to allow for the natural fluctuation in staphylococcal cross-infection, depend- 
ing on the type of surgery and the virulence of different staphylococci which come and 
go in the wards. It was found that many wounds became colonised by staphylococci 
with little or no apparent harm, and this colonisation can only be detected bacterio- 
logically; therefore a combination of clinical and bacteriological methods has been 
necessary. 

Staphylococcal wound infections before effective control measures were taken are 
shown in Table 3. The closed undrained wounds can only be infected at operation. 


TABLE 3 


STAPHYLOCOCCAL WOUND INFECTION 
Showing the incidence of infection when no special precautions were taken. 











Infected Infected 
Total in Theatre in Wards 
Closed Wounds .. 1196 12 ° 


(1 per cent) 








Open and Drained 








Wounds .. aia 397 31 151 
(7.8 per cent) (38 per cent) 
Total dt 1593 43 I51 


(3 per cent) 





Open and drained wounds can be infected at operation, or later in the wards, because 
they often have to have dressings changed. Altogether, about 3 per cent of all wounds 
developed staphylococcal infection in the theatre, and in a good many of these the 
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results were serious, with wound break-down, and there was one death. The ward in- 
fections were far more numerous, (nearly 40 per cent of open wounds) but they were 
less serious. In many of these open wounds, the staphylococci were growing as sapro- 
phytes in discharges due to other organisms. Nevertheless, even the open wound in- 
fections sometimes caused delayed healing (Clarke, 1957); and they were very import- 
ant sources from which staphylococci spread to other patients. 

In addition to wound infection, staphylococci sometimes caused other complications 
such as pneumonia and urinary infection. I will deal with them later. 

Epidemiological study showed that the most important sources of the staphylococci 
were open lesions such as wounds, urine and sputum, and nasal carriers among the 
patients. Many nurses were nasal carriers, also, but they rarely transformed their 
staphylococci to patients in the wards, although they sometimes did so in the theatre. 
(Gillespie, 1957). : 

New strains of antibiotic-resistant staphylococci were sometimes introduced in the 
noses or lesions of patients transferred from other wards or hospitals. Several different 
strains spread in the wards from time to time. One or two strains might occupy a 
ward for weeks or months, going from patient to patient, and then perhaps disappear. 
These ward epidemic strains all had one feature in common; they were always resist- 
ant to several antibiotics. The ease with which they spread was presumably related to 
the use of several different antibiotics in the wards. These multiple-resistant ward 
epidemic strains caused nearly all the wound cross-infection in the wards, and nearly 
all the staphylococcal pneumonia and staphylococcal urinary infections. They even 
reached the theatre and caused some of the theatre infections. Our evidence suggests 
that they were carried to the theatre with the patients, perhaps on their blankets. But 
most of the theatre infections were caused by strains which hardly ever caused ward 
infections—strains which were sensitive to all drugs, or resistant to penicillin only. 
These strains probably often came from carriers in the theatre staff, and were to be 
found in the theatre air. Thus, epidemiological evidence suggests that theatre infec- 
tions could be reduced by improving the ventilation, by trying to reduce nasal carriage 
in the theatre staff, and by reducing the staphylococcal loads in the wards. 

Prevention. We had no idea what preventive measures would prove effective, so we 
decided to introduce as many changes as possible into one ward, ‘‘C’’, until we got an 
effect, and then later, to try to decide why. For the first seven months we did nothing 
except measure cross-infection. Figure 3 shows the staphylococcal cross-infection 
rates (as percentages) for all the open and drained wounds and the noses. The method 
of calculating these rates takes account of differences in the duration of exposure to 
infection (Clarke et al., 1954). A wound or nose which picked up a staphylococcus in a 
few days would have a higher rate than one which became colonised only after a longer 
period. Then, in September 1956, we started our precautions, one after another, and 
kept them going in the hope of getting a cumulative effect. We began with the disin- 
fection of blankets and pillows after use by every patient, using formalin, and by the 
treatment of nasal carriers whenever we discovered them. Soon afterwards, we started 
disinfecting crockery, baths and the ward barber’s brushes, and we removed communal 
towels and gave the nurses “‘Hibitane” hand cream. In December, we started to spray 
all open wounds with “Polybactrin”, which contains neomycin, bacitracin and poly- 
myxin, in order to prevent their becoming colonised by staphylococci and acting as 
sources of spread to other patients. With all these measures, there was some reduction 
in cross-infection, but it was not very convincing. In February 1957, we introduced 
two further measures, with considerable success. One of these measures was “Nasal 
Prophylaxis”; the application of “‘neobacrin” ointment twice a day to the noses of all 
patients, from admission, This usually prevented nasal carriage of hospital staphylo- 
cocci. The other step we took was to improve our method of disinfecting baths, by 
adding a solution of Hexachlorophene to the bathwater, with each patient. Immediate- 
ly, the cross-infection rates for noses and wounds fell and stayed down, until October 
1957. Then the ward was emptied, because of an outbreak of influenza, and the 
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patients were transferred to another ward in which there were many staphylococci. 
When the patients returned to ward “C’, they brought back some of these 
staphylococci which spread for a few weeks in November 1957 and then the rates fell 
again to their previous low levels. 

In the other two wards, the cross-infection stayed high until June and September 
1957, respectively. Then “nasal prophylaxis” was started as a sole precaution, in each 
ward. There was a marked reduction of nasal cross-infection, but there was a much 
smaller effect on wound cross-infection. It seems that the much better result in the 
“all-out precautions” ward (‘‘C’’) was caused by a combination of precautions, of 
which the nasal prophylaxis was only one. We may find that cross-infection among 
surgical patients is best controlled by attacking the two main sources of the staphy- 
lococci, the carriers and the open wounds, and by blocking some of the more obvious 
routes of spread at the same time, such as the blankets and the baths. 

But how much does cross-infection matter? From the clinical side, it is the less 
numerous theatre infections which matter most, and incidentally the other staphy- 
lococcal complications such as pneumonia. These complications happen very 
irregularly, and it is hard to judge the effect on them of improvement in the rates of 
ward cross-infection. Table 4 shows the theatre infections among the patients of the 


TABLE 4 


THEATRE INFECTIONS (S. AUREUS) 


Showing the number of theatre infections and the number of 

operations on patients from three surgical wards. Where there 

was a high rate of ward cross-infection the rate of theatre infection 

was 2.9 per cent; one ward (C) was then put on full and effective 

precautions against cross-infection, and the theatre infection rate 
fell to 0.44 per cent. 














Precautions a None Some All 
Staph. ‘‘Load’’in Ward High High Low 
WardC. .. ath 8/286 2/227 2/450 
Ward K. .. ~. | 33/548 7/338 — 
Ward S._.. ra 16/566 4/318 — 
TOTAL se otis 41/1400 13/883 2/450 


(2.9 per cent) (1.47 per cent) (0.44 per cent) 


three wards, in the first column, when no special precautions were taken; in the next 
column, when some precautions were taken, but the load of staphylococci in the ward 
was still high; and in the last column, in the patients of ward C, during the year when 
full precautions were in force and the staphylococcal load in the ward was low. For 
half of this year, the theatre ventilation plant had been improved, but this had little 
effect on the patients of other wards. The steady drop in incidence therefore probably 
means what it seems to mean, that a reduction in the ward staphylococci and in their 
means of travelling up to the theatre on patients’ blankets, can bring about a reduction 
in theatre infection. 

Table 5 shows the important “non-wound” complications for the three wards when 
their staphylococcal cross-infection was high, and for ward C during the year when 
the cross-infection was low. Here again, we had a reduced incidence of complications 
such as pneumonia—not surprising, since the same strains caused the wound and the 
other cross-infections. (Urinary infections are not shown, since there were other 
reasons for their reduction). 
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HOSPITAL CROSS-INFECTION 


TABLE 5 
STAPHYLOCOCCAL INFECTIONS 


(Other than wound and urinary infections) 


Staphylococcal ‘‘Load’’ 





in wards 

High Low 

Number of Operations 2,043 718 
Post-operative Chest 

Infection ae 12 I 

Parotitis .. ae I ° 

Entero-colitis sé Z ° 

Furunculosis aT 4 ° 

Total Complications 19 I 


Cross-infection in Infant Nurseries 

Another important field of staphylococcal cross-infection is that in the infant 
nurseries of maternity hospitals. For two years, Mrs. Tozer and Dr. Simpson have 
been studying the problem. During the first year, the incidence of clinical staphylo- 
coccal infection was 107 in 989 babies (just over 10 per cent of babies). About half the 
infections were of the skin. Fortunately, many of the lesions were small and their 
effects trivial, probably because there were few of the more virulent staphylococci (e.g. 
Type 80) in the hospital. 

Bacteriological investigation of the healthy babies showed that staphylococcal cross- 
infection among them was enormously high, as many others have found both in other 
hospitals and, to a lesser extent, at home. 

Table 6 shows that by the second day, most babies had become carriers of Staph. 
aureus, in nose, umbilicus or groin. The skin of the umbilical area and groin were very 
often colonised, and often with very large numbers of staphylococci; 64 per cent of 
the staphylococci were penicillin-resistant. 


TABLE 6 


STAPH. AUREUS IN SWABS 
FROM 2 DAY OLD INFANTS 








Number of Swabs Number Positive 
Nose sa a 272 121 (44 per cent) 
Umbilicus .. ie 223 130 (58 per cent) 
Groin a as 268 139 (52 per cent) 





Where did the staphylococci come from? Hardly ever from the mothers, sometimes 
from the nurses’ noses, but usually, from the other babies already in the nurseries. 
There was an enormous self-perpetuating “pool” of staphylococci on the babies, par- 
ticularly on their peri-umbilical skin, and these were transferred from baby to baby 
by the handling of the nursery staff, in spite of the strict rules of hand-washing which 
were in force, as others have shown (Jellard, 1957). 

Thus, the babies who became heavily colonised by staphylococci were the main 
sources of infection of other babies. But their carriage of staphylococci was also a 
danger to themselves. The babies who did develop clinical sepsis were usually those 
who had been heavy skin carriers previously, particularly those who were unlucky 
enough to have their umbilical areas colonised by one of the more virulent strains, 


such as Type 80 (Tables 7 and 8). 
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TABLE 7 


Showing that infants who had staphylococci in their nose and umbilicus 
were more likely to develop skin sepsis later. 





Number of Babies Nose and Umbilical | Subsequent Skin 


Swabs (Day 2) Sepsis 
437 Both Negative | 6 (1.3 per cent) 
55 Both Positive | 411 (20 per cent) 
TABLE 8 


PHAGE TYPE OF COLONISING STAPHYLOCOCCUS 
AND INCIDENCE OF SUBSEQUENT SEPSIS 


Infants who were umbilical carriers of Phage Group I staphylococci 
more often develop sepsis later. 


! 


Phage Group Umbilical Swabs | —— Skin 
I (Includes Type 80) 29 12 (41 per cent) 


All others 61 5 (8 per cent) 





Prevention. We tried three measures. Two were directed against vehicles of spread, 
the blankets and the nurses’ hands; the third measure was directed against the main 
source of the staphylococci, the infants’ umbilical areas. 

Disinfecting the blankets greatly reduced the numbers of organisms in them, but 
surprisingly, had no detectable effect on the speed with which the babies picked up 
staphylococci. 

A controlled trial of “Hibitane” hand cream by the nurses went on for nearly a year, 
first in one nursery and then in another. In each nursery, the result was a moderate 
but quite definite reduction in staphylococcal cross-infection. Table g shows the re- 
sults in one particular nursery (“Floor 2’’). When the nurses used the disinfectant 


TABLE 9 


Showing the effect on staphylococcal carrier rate in infants when nurses used antiseptic 
hand cream. Swabs taken on second day of life. 





Nurses’ Hands 


No Cream |  Hibitane Cream | Dummy Cream 
Infants’ Swabs: 
Nose oe i 76/174(44 percent) | 64/179 (36 per cent) | 83/158 (53 per cent) 
Umb. ene a 112/172 (65 ” ” ) | 61/179 (34 ” ” ) | 92) 157 (59 ” ” 
Groin... ae 119/200 (60 ,, 4, ) | 61/179 (34, 5, )| 80/158 (51,, 4, ) 





cream on their hands, there was a fall in cross-infection, and when they used a 
dummy cream, it rose again. Whether this modest reduction would justify the cost 
of the cream would depend perhaps on the clinical severity of the infections. 
But the results are important in demonstrating that handling the babies is how the 
organisms are spread. As is well known, infants who are roomed with their mothers, 
and looked after by their mothers, have less infection (Hutchison and Bowman, 1957). 
Our third remedy was the most effective. It was directed against the main source 
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of the staphylococci. Jellard (1957) showed that cross-infection could be reduced by 
applying Triple Dye to the umbilicus. We found that dusting the umbilicus and 
abdomen with a disinfectant powder, containing Hexachlorophene, had a marked 
effect on the cross-infection. First we tried it, with strict controls, in the Premature 
Baby nursery, and the result was very promising. Then we introduced the method in 
the “Floor 2” nursery, in February 1958. The cord stumps are simply sealed with 
“Octaflex” and then dusted every time the infant is changed. Table 10 shows that 


TABLE 10 
UMBILICAL DRESSING 


Dusting the umbilicus with hexachlorophene powder reduces the 
staphylococcal carrier rate in the nose and groin of infants. 


2nd Day Swabs Old Method New (Hexa- 


| chlorophene powder) 
Nose ea nic 83/158 (52 per cent) | 10/57 (17 per cent) 
Umbilicus .. exe g2fusv(sS 4. ss Yi of57GE@ » ws) 


Groin - - 80/158(50 ,, ,, )| 6/57(10 ,, 5, ) 


there was a reduction in staphylococcal carriage, to between a quarter and one-fifth of 
the previous levels, and that nasal carriage has been affected as well as skin carriage. 
We think that these are very hopeful results. We consider that to reduce staphylococcal 
infection in maternity hospitals, the most important step is to prevent colonisation of 
the umbilicus and the abdominal skin. Second in importance, are steps to reduce 
handling by nurses, by allowing mothers to care for their babies. 


One of the most important aspects of the staphylococcal problem is the extent of 
spread of the staphylococci outside hospitals. How much has this happened? Until 
about 1950, in Bristol, as elsewhere, there had been remarkably little spread of re- 
sistant staphylococci into the population as a whole. Since then, there has unfortu- 
nately been an unwelcome increase in these strains. Strains from nasal carriers in 
general practice, many of them kindly collected by Dr. McConnell, show this trend. 
It is even more marked in strains causing sepsis. One kind of sepsis coming to our 
Casualty Department, nearly always caused by resistant staphylococci, is the breast 
abscess. But these abscesses are really hospital infections, for they occur in women 
who had their babies in maternity hospitals and developed the abscesses after going 
home (Table 11). 


TABLE II 
STAPHYLOCOCCI OUTSIDE HOSPITAL 


Showing the proportion of staphylococcal infections due to penicillin-resistant organisms 
amongst general practice and casualty patients in the last ten years. 30 per cent of boils and septic 
hands and 80 per cent of breast abscesses are now due to penicillin-resistant organisms. 











| 1949-52 1953-56 1957-58 
Nasal Carriers ae 15/357 (4 percent) | 16/118 (13 per cent) 24/171 (14 per cent) 
Boils and Septic Hands Gag (4 45. 59 — 6s/a18 (jo ,, + ) 
Breast Abscess set . i — — aSigs (4G 5, ss ) 





When we study the phage types of all the penicillin-resistant staphylococci which 
have caused sepsis amongst the general population we find that many of the infections 
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are caused by a few rather virulent strains. Maternity hospitals are particularly im- 
portant sources of these unpleasant organisms, and therefore a widespread and 
vigorous attack on the staphylococcal problem in maternity hospitals is called for. 

Staphylococcal infections in hospitals are now a major concern to public health, 
and the whole community would benefit if the problem were solved. ‘ 

I wish to thank Messrs. Hough, Hoseason & Co. for a supply of their “ZAC” 
hexachlorophene baby powder. and Messrs. I.C.I. (Pharmaceuticals) for Hibitane | 
hand ‘cream. 
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health, ON GROWING OLD 
‘ZAC” ff BY 
ibitane © 
: J. H. SHELDON, C.B.E., M.D., F.R.C.P. 
) Senior Physician, The Royal Hospital, Wolverhampton 
| THE FORTY-SIXTH LONG FOX MEMORIAL LECTURE DELIVERED ON 22ND OCTOBER, 1957 
i My first duty is to express my sincere appreciation of the great honour of your 
invitation to deliver the Edward Long Fox Memorial Lecture, which has given me all 
the greater pleasure in that it enables me to renew an acquaintance with a City—and a 
Clinical } University—with which I have had such pleasant associations. I want to use the 
) opportunity to discuss with you some of the problems of ageing, both subjective and 
) objective, individual and social, but I must hasten to make it clear that my approach 
+ will be descriptive rather than hortatory, and that it is no part of my purpose to offer 
Clinical advice, except at times by implication, on how to grow old. I should indeed feel 





venturesome in doing so, for I am not yet officially old myself, though I regret to say that 
duration for a further 338 days will entitle me to claim full membership of that cate- 
gory. This leads me to make a point which is often forgotten—that so much advice 
is given concerning the problems of the old and so many decisions are taken on their 
behalf, by individuals who have yet to grow old themselves, and therefore do not know 
it from the inside. This has, in fact, been voiced with great effect by one of the most 
remarkable old people in these islands—Miss Margery Fry'. She makes the point 
that one result of the rarity of really old people in the past is that in literature, while 
younger people are treated as individuals, the older tend to be treated more imper- 
sonally as types—and she instances such a common stage direction as “enter an old 
man’’. This is a valid point, with clinical and scientific as well as literary implications, 
and it is to be hoped that the increase in the supply of old people may allow them to 
contribute effectually to the literature of their own subject. 


ress). 





——— 


INCREASING NUMBERS OF OLD PEOPLE 


I shall begin by discussing ageing from the general point of view, as a population 
change. The geographical aspects of this change in population structure are among its 
most interesting features. Ina human community with a high fertility rate and a high 
mortality rate, the proportion of individuals of 65 years and over in the population 
would seem to be usually around 2 per cent. of the whole, at which level the social 
stresses imposed by age can be carried without undue difficulty. This figure tends to 
be remarkably stable and improvements in mortality rates only affect it very slowly. 
Thus in Ceylon the proportion of old people in 1881 was 2 per cent. and it had only 
risen to 3:2 per cent. by 1951. By contrast, there were in 1954, six countries whose 
population contained 10 per cent. or more of old people, and all of these were in Western 
Europe. France headed the list with some 12 per cent.—or nearly one person in eight— 
and the others were Belgium, Great Britain, Eire, Sweden and Eastern Germany?. 
At this level the stresses imposed on the community by its old people raise problems 
sufficient to become matters of public concern. Following these come a group of 
countries with a ratio of old people lying between 1 in 15 (63 per cent.) and 1 in 10. 
They have an enormous total population, for the group includes the whole of Western 
Europe outside the Iron Curtain, the great dominions of Canada, Australia and New 
Zealand, and the United States of America. So far as is known, most if not all other 
countries have an old-age population ratio of less than 1 in 15. There are several 
) things to be said about the bare facts listed above. In the first place, the position is 

| hot static and we are in fact witnessing a population change in active progress at the 
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proportion of g per cent. in 1954 is expected to rise to at least 15 per cent. by 1975. 
In the next place it is important to remember that the underlying causes of this rise | 
are the same in all the affected countries, though in each there may be very important 
modifying factors, such as the local results of wars, immigration and emigration. | 
Thus the high percentage of old people in Eire is at least in part due to the constant : 
emigration of her younger individuals, while on the other hand in a receiving country | 
| 


like New Zealand, it has been estimated that the proportion of g-1 per cent. which | 
obtained in 1952 may have actually decreased to 8-4 per cent. by 1972, on the basis of | 
an annual immigration intake of 5,000%. Factors such as these are probably the | 
cause of very interesting differences in the rate of ageing of countries with a similar © 
cultural background, as is shewn in the following table from Professor Sauvy*:— 


TABLE I 


Year reached in: 











st ge A I aera en cn Th 
Percentage of | England ao i 
Sexagarians France Sweden onl Wiles Germany Italy 
8 oe iat 170 1850 I9I1O IyIl 1860 
18 5 wal 1964 1955 1962 1964 1988 


These countries do not have a random distribution over the globe, but are those 
that have adopted ‘‘Western” or scientific ways of life, particularly in matters of medi- 
cine an public health. The increase in the numbers and proportion of old people in 
their populations is due to the simultaneous operation of two independent, but | 
synergistic, processes. The one, which is well recognised, is our recent control over 
such natural processes of denudation as the infectious diseases of early life, which 
increases the expectation of life at birth and so allows more individuals to live long 
enough to reach the old age period. The other factor, whose importance is not as a 
rule nearly so well recognized, is the decline in birth rates which has been more or 
less continuous since the second half of the last century. The smaller intake into the 
population at birth entails, for a considerable period of time, an increase in the pro- 
portion of those of greater age, so that in place of the normal smooth population 
pyramid there may now be less children aged 0 to 5 years than aged 5 to 10 years, 
a reverse of the usual state of affairs. This is the beginning of the well-known “‘bulge” 
in the population pyramid, and since it takes an individual 65 years to reach the old- 
age period, the maximum effect will be correspondingly delayed and will continue 
until the bulge has worked itself out at the top. This introduces a factor of enormous 
social importance. Its degree may be gauged from the fact that in Great Britain in | 
1871, 295 babies were born to every thousand married women, while by 1951 the ~ 
figure had fallen to 108. It is this factor which is mainly responsible for the increase — 
in the proportion of old people as distinct from their total numbers, the obverse ? 
effect of which is a decrease in the numbers of the younger generation available to | 
look after the old people. Thus Titmuss® has suggested that as many as 20 per cent. | 
of the old people of Great Britain at the present time may be without children available 
to care for them. 

The truth is that this demographic change is the inevitable result of letting loose on © 
a community the forces of modern vinnie medicine, and in the course of time it is 
bound to affect vast areas of population, as in Asia, where at the moment the process ) 
is only beginning. If it is important to realize that we are witnessing a process that is | 
likely in the course of time to affect the whole world, it is equally important to realize | 
that it is only of very recent origin. This is well illustrated by the history of Great | 
Britain, where in spite of a steady growth in total population during the Victoria era, ~ 
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present moment, steadily increasing the proportion of old people. Thus in Norway a |) 
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the proportion of old people remained steady at 5 per cent. until as late as the 1921 


rway : : : ; 
Y@ FT census, when it rose for the first time to 6 per cent. reaching 7 per cent. in 1931 and 

















Pali | almost 11 per cent. by 1951, and is now probably somewhere around 13 per cent. The 
ortant tide is therefore still on the make and is likely to reach its height in another twenty 
ration, | Yeats OF so, when the five million old people of 1951 may have risen to eight or nine 
mete © million, or perhaps 18 per cent. of the projected population. é 
ountry The speed of development is well illustrated by the history of the International 
which | 4Ss0ciation of Gerontology, which was founded as recently as 1950 at Liége in 
asis of @ Belgium under the Presidency of Professor Brull. Membership is open to countries 
ly the ) that possess societies devoted to the study of old age, and there were twelve foundation 
senile: T countries—Belgium, Denmark, Eire, Finland, F rance, Great Britain, Italy, the Nether- 
a lands, Spain, Sweden, Switzerland, and the United States of America. The original 
membership has now expanded to twenty-four countries. Every country in Western 
Europe is now a member and within the Iron Curtain Hungary and Roumania have 
joined. Of the greatest general significance is the fact that four countries in Latin 
America are now represented—Argentine, Mexico, Peru, and Venezuela, and indeed 
a special Pan-American conference was held in Mexico City in 1956, which is a clear 
|| indication that this part of the world is beginning to be affected by this population 
ily ) change. Of at least equal significance for the future is the fact that Japan—the first of 
the countries of Asia to adopt a Western way of life in medicine and public health— 
a is now a member with two flourishing societies in Tokyo and in Osaka. It is clear, 
, therefore, that the process of “‘growing old” is rapidly becoming one of world-wide 
interest. 
st i HEALTH OF THE OLD 
ople in ' We may now consider briefly one further general question—it is often said that 
1t, but |) since there are many more old people alive today than of yore, their health might be 
ol over | expected to be better than it used to be. In the absence of accurate information as to 
which |) the real level of health of our present old people, let alone of those of a century ago, 
re long |, it is quite impossible to give a definite answer, but there are pointers which give dis- 
ot as a i quieting results. Here I would refer to figures provided by the Government Actuary 
‘ore or |, to the Phillips Report to the Chancellor of the Exchequer on the financial problems 
xto the H of ageing®’. Three lines are abstracted, giving the percentages of the old age population 
e pro- |, in the different quinquennia of old age at censuses since 1851. 
ulation |) 
years, |) TABLE 2 
bulge” |) 
meine a ae an i. 8 
yr mous , 1851 se ne 39 30 18 9 4 
tain in a 1931 a ma 43 | 29 17 8 | 3 
51 the i 1951 i + 38 30 19 9 | 4 
icrease | 
= - | If one compares the figures for 1931 and 1951 it will be seen that in the latter year 
oman’ there was a fall of 5 per cent. in the proportion of those in the first quinquennium 
ailable 95-72 the balance being distributed among those reaching greater ages. ‘There was 
| therefore a considerable improvement in mortality rates in the twenty years. This 
— period, however, was marked by the introduction of the sulphonamides and the anti- 
ite biotics which for the first time in human history made it possible to control one of the 
anid major killing agents in old age—i.e. acute respiratory infections, such as pneumonia. 
and Society in this period has undoubtedly paid a price for the gain in individual expecta- 
aaian tion of life, for the nursing of an old person over the short period of time occupied by 
"Great || 2" acute respiratory infection causes no great domestic stress. On the other hand, the 


nursing of an old person with a degenerative condition such as a stroke or a traumatic 


ria era, 
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condition such as fractured femur can impose the greatest strains, due to the length 



























































of time for which they may have to be carried. There is little doubt that as a result of “Pl 
our success in controlling the acute infectious diseases of age, what may be termed the pe 
“duration of final incapacity” of the old age population as a whole has increased. We ne 
might nevertheless be inclined to view this state of affairs with complacency until we _ 
make a comparison between 1951 and the state of affairs in 1851, which are virtually -_ 
identical. This is indeed disturbing. Anyone who was eighty years old in 1851 had been ei 
born in 1771, and anyone born in 1771 who subsequently reached the age of 80, was hi | 
extremely unlikely to have done so by virtue of any special help he may have received r 'e 
from my profession. He then had to run the gamut of the diarrhoeas of infancy, the he 
acute infections of childhood and adolescence, and in later life could obtain no help a 
from abdominal surgery, to mention only a few factors. The old age structure of 1851 es. 
represents the survival of the fittest in the biological conditions of a modern commun- pe 
ity, and it is somewhat disturbing that the greatest triumphs of modern times, the a 
sulphonamides and the antibiotics, have not only failed to improve on this figure, but pee 
have merely buttressed up to 1851 standards a previously lowered state of health. rs 
This certainly gives us food for thought. My own personal view is that we have in our vat 
old age population more than one biological race—that we still have and in fact can 

easily recognize those remarkable individuals who make old bones without any illness 

until the final one, but that we also have those who are only in the old age group 
because they have been saved from extinction at an earlier period, and a comparison 

of the figures of 1851 and 1931 makes one wonder whether the health of our present 

old age population—taken as a whole—is in fact equal to what it was in 1851. 

WHEN DOES OLD AGE BEGIN? 

This, then, is the general framework of events within which we must discuss the 
individual processes and problems of ageing. I have dealt with it at some length not ) 
only for its intrinsic interest, but because it helps one to understand that many of the Suc 
problems are as much social as individual. In approaching the individual problems 
of ageing there are two general factors which seem to be to be of general importance. 

The first concerns the time of onset of old age, and the second its sexual incidence. ( 
The age of onset of old age in this country is officially taken to be 60 for women and dif 
65 for men, those being the ages at which contributory pensions become payable. It its 
is essential to stress the fact that these arbitrary figures, however convenient they eqi 
may be from an administrative point of view, have no biological validity. With the as 
steady growth during this century of the tradition of retirement at a fixed age, there on 
has come to be a feeling that these birthdays represent some deep fundamental change Wo 
in the rhythm of life, which most definitely is not the case, and there are three aspects ha’ 
of the onset of ageing which are worth stressing. In the first place it is quite impossible |} mc 
to lay down any period of time applicable to all individuals, for there is an enormous —_ rea 
range of individual variation. In the second place it is impossible to lay down a period }) mz 
of time applicable to all activities, for the old-age onset for the ski-jumper, for example, 7 __ the 
is very different from that for the bird-watcher. In the third place, there is variation 7 is ; 
in the decline of particular functions. Hearing for very high-pitched sounds is most |) _ ho: 
acute at the age of ten, after which the process of decline begins. After making all | by 
allowances for individual variation, the average individual can probably look forward | wo 
to a further five or even ten years beyond the official ages, during which he or she can © 

make an active contribution to the total effort. It is of some interest to compare the | 

official ages of retirement with those followed by individuals who are self-employed © 
at an occupation which gives them satisfaction. Thus in the case of housekeeping for (7 poj 
women, 50 per cent, of women at the age of 60 are engaged in the entire care of their |} inc 
household, and the figure is unchanged at the age of 70. By 75 it has fallen to only 40 ; in 
per cent. but thereafter the effects of age become increasingly apparent so that at 80 fe wit 
only 18 per cent. and at 85 only 4 per cent. are so occupied’. These figures illustrate |} ma 


the discrepancy between the official and the natural onset of old age, for it would in 
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appear for most individuals real old age does not come to dominate their lives till 
aiter the age of 70, and even then there is enormous individual variation. Whatever 
may be the drawbacks of housekeeping, the old woman looking after a household has 
the satisfaction of knowing that her existence and her work is necessary to others—a 
matter of the greatest importance to old people. It is for this reason that so many old 
people try to carry on longer than perhaps they should, as may be seen from the very 
odd fact that the proportion of old women partially engaged in housekeeping is at its 
highest in the period 80 to 85, when slightly more than half of the women do something 
to help in the house. This ability to feel continuously useful, to have something at 
hand to do, may perhaps be one of the unknown factors responsible for the undoubted 
capacity of the woman to outlive the man. At any rate, the figures do help to demonstrate 
something that it is essential to remember, that in old age it is good to have something 
to live for and that it is not a period that is made either happier or healthier by the 
cessation of activity. Indeed, a long acquaintance with old people living at home has 
made one realize the extent to which those who make a success of old age do continue 
to demand from their body all that it can give, which I regard as one of the prescrip- 
tions for successful old age. 


Thus I was very impressed when I was crossing the Atlantic in the Spring of 1955 to 
meet an old man of eighty. When I first met him, he was hobbling about on deck with two 
sticks and with some difficulty, but he was on deck every day of the passage except for one 
when we ran into a real gale. This old man was a widower who was going out to Boston to 
visit his married daughter. He had osteo-arthritis of the hip-joints, and when I asked him 
how he managed he replied that it had been a big blow when his wife died as she used to 
help him to dress, in which his stiff hips caused him great difficulty. However, he said that 
he had got over it by having a wall fixture made to which he could hold while putting on 
his trousers, for which purpose he had also had a special pair of tongs made. 


It is this refusal to strike the flag in the face of physical infirmity that is essential to 
successful old age. 


SEX DIFFERENCES IN OLD AGE 


One other general fact about human ageing may now be mentioned, and that is the 
difference between the sexes. It is well-known that women tend to outlive men, though 
its extent is perhaps not always recognized. Where as in the sixties there are roughly 
equal numbers of men and women, there are no less than three times as many women 
as men in the nineties, and in centenarians the proportion may be as much as five to 
one. Seeing that their mortality rates are so much better, one would expect that old 
women would have corerespondingly better health than old men, but all investigations 
have shown that the reverse is the case. Women in old age have a consistently higher 
morbidity rate than do men for all ailments that have no inherent sexual bias. ‘The 
reason for this is quite unknown, and it does not appear to be related to the chromoso- 
mal differences, for in birds where the male has the even chromosome distribution, 
the female still appears to live longer. Although the biological interest of this feature 
is great, its social importance is at least equal. It is the cause of the great shortage of 
hospital accommodation for old women, for not only do they have more illnesses, but 
by living longer they require more nursing, and the maintenance of the health of old 
women becomes therefore a problem of great practical importance. 


THE CARE OF OLD PEOPLE IN THEIR OWN HOMES 


Hitherto we have been dealing with old age from the point of view of whole 
populations, and it is now time to turn our attention to the standpoint of the affected 
individual. I will base what I have to say on a recent statement of Government policy 
in this country, in which the Ministry of Health has indicated its complete agreement 
with the conclusions of the Guillebaud Committee that ‘‘The first aim should be to 
make adequate provision wherever possible for the treatment and care of old people 
in their own homes’’. This is an extremely interesting statement, and in adopting this 
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vidual’s home, towards the provision of hospital treatment, and the erection of special 


policy Great Britain is indeed a pioneer. As soon as a country becomes conscious for |/ 
the first time of its old-age problem, the first reaction is always away from the inci- | 


b 








dwellings such as bungalows, flats and hostels. The sheer scale of the problem is ; 
never realized at the outset, and not until later does it become clear that these services— © 


whether voluntary or official—can cater only for the minority of old people. There 
can be no doubt whatever of the wisdom of the British policy, but if it is to be success- 
ful, the problem of institutional care will need to be re-examined. The reason is that a 
considerable proportion of old people are now without relatives in the younger gener- 
ation available to care for them. An official statement admits that at the present 
moment ‘‘two-thirds of the Hospital beds in this country occupied by those over 
sixty-five are taken by the single, widowed and divorced, and the majority of the 
patients of this age-group in the mental hospitals are single people’’*. These people 
form a group that I have labelled the ‘‘isolates”” who are important since they prevent 
a proper use being made of the Hospital beds available for old people, owing to the 
impossibility of discharging them when they are otherwise fit to leave hospital. We 
must therefore inquire into the factors conducive to the maintenance of the health of 
old people at home. 

1. I would say that the first requirement is to take all necessary national steps to keep 
our old people as fit as possible, so that they may be enabled to maintain their inde- 
pendence for as long as possible. To this end the first requirement on a national scale 
is undoubtedly to see that they have adequate spectacles. One of the most important 
physiological changes in age is that information derived from the eyes becomes 
steadily more important than it was in youth. Such things as balance can no longer 
be maintained in the dark with the ease of youth, and all investigations have shown 
the increasingly important part played in old age by visual control of muscular activi- 
ties. This is at a time in life when the eyes themselves undergo structural defects, and 
the provision of adequate spectacles becomes therefore a matter of necessity. Prior to 
the introduction of the National Health Service, the situation was deplorable, for as 
many as one-third of the old-age population admitted that their spectacles were 
useless, and it was a safe guess that at least one-half would have derived benefit from 
proper spectacles. The immediate run on spectacles following the inception of the 
Health Service illustrates the extent of the demand. 

2. The other matter that deserves interest on a national scale is attention to the feet 
of old people. I never speak on the subject of old age without referring to this subject, 
which is in my opinion a challenge to public health. Painful and deformed feet occur 
frequently in both sexes, but are more frequent in women, where they are the cause of 
much domestic misery and incapacity, all the worse in that such an isolated complaint 
may grossly impair the vigour and activity of an otherwise healthy individual. The 
extent of the complaint is almost unbelievable. In a recent survey of old people in 
Sheffield*, painful feet ranked fourth in the list of causes of restricted mobility; in 
Wolverhampton 26 per cent. of the men and 45 per cent. of the women had trouble 
with their feet’, while in a special survey at Rutherglen in Scotland, of 119 elderly 
people, only eight were considered to have normal feet. There can be no doubt there- 
fore as to the necessity for attention to this matter, and indeed the provision of ade- 
quate chiropody would be of immense assistance to our old folk. Prevention is of 
even greater importance, and the wearing of tight socks and shoes in younger years 
seems to be a very relevant factor. It was quite surprising in a recent visit to Australia 
to note how the incidence of painful or deformed feet seemed to decrease as one went 
northward into warmer parts, where it was the custom for the young to go barefoot 
or wearing only the lightest footwear in contrast to the colder parts with a climate like 
our own where for at any rate part of the year stout leather footwear was a necessity. 

3. In addition to good vision and sound feet there is little doubt that good hearing 
means a lot to old people, a fact of all the more importance in that a decline in auditory 
activity seems to be part of the normal ageing process. The provision of hearing aids 
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under the National Health Service has undoubtedly been a great boon. Apart from 
these three features which are really matters of public health, I think that the most 
useful general advice one can give old people is to use body and mind to the full. It 
has to be remembered that with the best will in the world it is impossible to transform 
the physical state of a man of seventy into that of a youth of twenty, and that various 
weaknesses and disabilities are the inevitable accompaniment of ageing. What matters 
is the continuance of the will to get the most out of the body, and I cannot help saying 
how enormously I admire the vigour and tenacity of our old people in this respect. 
| have already mentioned one instance of the over-riding of a physical handicap. The 
Sheffield survey® gives us a statistical indication of how frequently this occurs and of 
its social importance. 


TABLE 3. 


Mobility and Assessment of Fitness 





Unrestricted Self-Assessment Physician’s Assess- 
Survey Mobility as fit as fit 
(per cent.) (per cent.) (per cent.) 
Sheffield (men.) its 71°2 61°4 26-2 
Wolverhampton 
(men) ie a 70°O — 35°4 
Sheffield 
(women) .. “a 54'9 48°7 23°0 
Wolverhampton 
(women) .. oe 63°5 — 19°4 





It will be seen that the subjects tended to rate their own state of health better than 
did the examining physician, and in fact the number of old people who regarded 
themselves as fit was more than twice as large as those considered to be fit by the 
physician. This is all to the good. 

The other feature on which all are agreed is that there is no other period in life in 
which physical health is so dependent on mental health as in old age. The two great 
enemies are boredom and loneliness. It is here that the woman is usually so much 
better off than the man, for not only is she so often free from the sudden contraction 
of interest that may follow compulsory retirement, but in addition as a grandmother 
she has easier access to a combination of occupations and human interest than the 
male. One of the prescriptions for ideal old age is undoubtedly a consuming hobby. 
It is within this framework that the whole problem of the continued employment of 
our older men and women has to be examined. 


ACCIDENTS AT HOME 


We may now ask “‘what are the major occupational risks of living at home?” The 
liability to injury from falling is without doubt the major risk, and it constitutes a 
problem of the greatest social importance, as well as clinical interest. Ninety per cent. 
of fatal falls occur after the age of 65, and 65 per cent. of fatal domestic accidents fall 
within the same period. Women are more frequently affected than men, and by the 
age of 80, whereas 80 per cent. of women have had one or more falls, only 40 per 
cent. of men have been so affected. In 1956 there were 7,000 fatal domestic accidents 
in this country. Of these 5,000 occurred after the age of 65, and 4,000 after the age of 
75, the great majority of the domestic accidents being falls. The reasons are manifold, 
as are the effects. A fall in old age may be immediately fatal; it may lead to fracture, 
particularly of the neck of the femur with much and persistent disability; it may 
initiate a general senile breakdown, and finally the fear of one of these results may 
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greatly impair an old person’s comfort and sense of security. The reasons are obscure, 


are due to a liability in old age to trip up over trivial domestic excrescences, such as a 


but falls can be classified into certain types. Some are due to an attack of vertigo, some | 







rug; some are due to the adoption of dangerous positions, some are due to the dark, and | 
some seem to occur without reason; but all falls in old age are conditioned by one © 


further factor. Old people will commonly assert that “‘once you are going, you’ve got 
to go’’—meaning that once a fall has started the old person cannot make those rapid 
adaptive movements available to the younger individual. The reasons for this are 


obscure, but there is undoubtedly a slowing up of the cerebral factors that control the 7 


maintenance of posture, so that by the time a decision has been made as to the appro- 


priate movement necessary to remain upright, the act of falling has progressed so © 


much further that the decision is already antiquated. In ageing there is a loss of nerve 
cells from the brain, which seems particularly to affect the Purkinje cells of the cere- 
bellum’, and since this part of the brain is intimately concerned with the control of 
muscular movement, this may well be an important factor. As I have already indicated, 
the subject is one of the greatest clinical interest, but it is also of equal practical im- 
portance. In order to minimize the risk of falls and accidents in the house a few common- 
sense precautions are advisable. There should be no slippery surfaces and in particular 


no rugs or mats lying loose on a smooth oilcloth. There should be adequate illumination, / 


particularly in places which are usually deficient, such as landings and bends in stair- 
cases, and the kitchen sink, and the use of nightlights in the bedroom is often useful. 
There should be adequate supports or handrails on the stairs, and in the bathroom 
and lavatory. Certain movements should be discouraged or abolished. The practice of 
climbing on domestic furniture, which is a favourite activity of some old women in 
order to reach curtain rings and so on, should be forbidden; and so also should be the 
practice of working at an object above the head with the head thrown back, such as the 
top shelf of the larder. It is remarkable how many domestic accidents in old women are 
due to this cause alone. Finally there should be no reluctance to make use of sticks. 
Allied to the danger of falling is a further occupational hazard of those old people 
living at home which is rarely thought of—fear of traffic. This is a purely senile 
manifestation and does not occur until about the age of 75, but thereafter it becomes 
an increasingly frequent cause of restricted mobility. One result is the inability to 
make use of public bus services and the other is the fear—usually well founded—of 
crossing the road when the traffic is busy. 


LONELINESS 


The mental hazards of home life for old people are mainly those that follow loneli- 
ness or boredom. Loneliness is a terrible handicap for many old people and the 
evidence seems to be clear that although the origin of the emotion is personal in the 
sense that confronted with the same situation one will feel lonely and the other not, yet 
in the course of time it does lead to a depression of mental and also of physical vigour. 
It is all the more liable to occur in modern times with the decline in the number of 
children and the separation of the generations that results so often from the develop- 
ment of the modern housing estates. So important is loneliness that, as is well-known, 
it is nowadays put in the forefront of the domestic services that should be provided 
for old people. 

It is impossible to consider the policy of maintaining as many as possible of the old 
people at home without dealing with the social implications. Old folk at home may be 
broadly divided into the two classes of those with and those without, family contacts. 
To the latter group belong the isolates, whom I have already mentioned—those who 
have no-one at hand to help in time of trouble, and who lead completely isolated lives. 
This group is of the utmost practical importance, for in illness their very isolation gives 
them a precedence for the available services over those with family connections, 
which is often very unfair. Whilst it is true that they must be given all the domi- 
ciliary help needed, as by home helps, district nurses, ‘‘meals on wheels’’ and so on, 
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bscure, |) help for the old must not stop there, and regard must be paid to the assistance of those 
, some |) who at the moment are carrying much the biggest share of the load—the family. 
ch asa | Unfortunately, it is only of recent years that the importance of the family in the welfare 


rk, and | of the aged has come to occupy its rightful place, and many of the social improvements 
by one | of recent years having been planned without regard to the family—have unintentionally 
*ve got || made their position more difficult. In considering the relation of the family to their 
e rapid ¥ old people there are two essential points to remember: 
his are | 1. That some of the families have their lives overburdened by the care of one or 
rol the more aged relatives, and that as recently as 1947 no less than 7 per cent. of the old 
appro- | people were causing a severe strain on the domestic life of their younger relatives. 
sed so | 2. The method that is universally regarded as ideal, at any rate in Great Britain, 
f nerve |) both by the old people and by the younger generation, is for the two generations to 
e cere- | live close but independently. It is not without significance that of widowers and widows 
itrol of | living alone, no less than half have children living close and all investigations whether 
licated, ) in the Midlands, Bethnal Green!!, or elsewhere, have agreed on the importance in 
cal im- % the care of the aged of the family unit which is spread over more than one house. It is 
nmon- 4 here that such recent social developments as the big housing estates and the increasing 
‘ticular | employment of married women have made the work of the family more difficult. Yet 
nation, when one remembers that certainly ninety per cent. and probably as many as ninety- 
1 stair- five per cent. of old people are living in their own homes, it will be clear that any 
useful. 4 failure by the family to continue to carry its previous share of the burden would 
hroom | present the community with an impossible task. That is where we can derive comfort 
tice of | from the declared policy of the Ministry of Health to maintain old people at home for 
men in | this will inevitably result in help having to be given to the hard-pressed family. 
be the | 
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MEMINGOCOCCAL SEPTICAEMIA WITH BILATERAL ADRENAL 
HAEMORRHAGE (WATERHOUSE-FRIDERICHSEN SYNDROME) 


A Clinical Pathological Conference held at Canynge Hall on fanuary 21st, 1958 
CHAIRMAN: PROFESSOR T. F. HEWER 


Dr. W. O. Spence: This was a man aged 62 years whose past medical history, al- 
though not particularly relevant, was rather unusual. For many years he had com- 
plained of headaches and of attacks of pain and exquisite tenderness along the left 
costal margin which were only relieved by lying on the floor. He had been seen by 
many doctors and was regarded either as a neurasthenic or possibly as suffering from 
after-effects of cerebral malaria contracted during the 1914-18 war. 


On October 21st, 1957 he was well although not at work—he had not, in fact, © 
worked for ten years. ‘The following day I was sent for and when I saw him at about | 


11.0 a.m., he was complaining of tremendous nausea. There was no actual vomiting 
but he obviously felt very much under the weather. It appeared that earlier in the day 
he had passed a very large motion; I did not actually see it, but he said it was a normal- 
coloured stool. The nausea was not relieved by passing this motion; it persisted all the 
time. He could hardly stand any light; this was not a true photophobia but rather that 
light gave him more nausea. There was little to find in the way of physical signs: his 
pulse was good, his colour was absolutely normal, he did not respond very well to 
questioning but he had always been slow in his responses. Asian influenza was epid- 
emic at that time. I had just come from visiting several patients with it and I thought 
that was probably the diagnosis in this case. His temperature was not, however, 
raised. 

Just after lunch I was called again. I found him very confused and he would not 
answer questions properly. His wife said that a short time before she had heard a 


thud and gone up to him, to find that he had passed a motion on the floor and that he | 
seemed to think it was the right place for it. He had also vomited about a table- | 
spoonful of blood. He now had a thready pulse and showed a typical picture of shock. | 


His colour was about normal, by which I mean it was blanched for him: he usually 
had an extremely high colour but now he looked like anyone else. Abdominal palpation 
revealed nothing abnormal. He had always complained of tenderness in the left hypo- 
chondrium but this was not present at 2.30 that afternoon. To combat the shock I 
gave him morphia gr. + and went back at four o’clock when I found he was asleep. | 
saw him but did not awaken him. His general condition had improved. His pulse 
was of much better volume and not so rapid. 

Later, I was summoned to see another urgent case (from one of these conferences!) 
after which I called to see him again at 7 p.m. The change in his condition was re- 
markable. His colour was dusky although he was not truly cyanosed. His pulse was 
almost imperceptible. He was cold and sweating. In view of the fact that he had had 
a small haematemesis I thought he must be bleeding internally so I called in Mr. 
Bartlett who saw him at 7.45 p.m. but decided, after going over the case carefully, that 
it was not a surgical problem; we decided together to call Dr. Mather. Between 7.45 
p.m. and 8.10 p.m. the patient developed generalised purpura with true cyanosis 
seen in the fingers, nose and toes. 

Dr. H. G. Mather: When I arrived at about 8.10 p.m. it was quite extraordinary 
how ill this man was and how quickly he had deteriorated. There was generalised 
purpura of the skin and conjunctivae. He was a desperately ill man. His systolic 
blood pressure was not above 40 mm.Hg. and his pulse rate was 120 per minute. There 
was just a suggestion of neck stiffness. His plantar reflexes were flexor and there 
were no other physical signs. I thought the most likely diagnosis was an overwhelming 
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septicaemia with adrenal haemorrhage causing the shock, low blood pressure and 
urpura. I took blood for a blood culture and gave him an intravenous injection of 





: sulphadimidine (2 Gms), tetracycline (500 mgm.) and hydrocortisone (100 mgm.) and 
intramuscular penicillin (1 mega unit). The main line of treatment seemed to me to 
be to replace the adrenal hormones and to knock out whatever organism was causing 

58 the septicaemia; this seemed most likely to be the meningococcus. Examination of 
the blood revealed a white blood count of 8,700 per cu.mm. This is not high but the 
important feature was that the differential count showed large numbers of primitive 
polymorphs (metamyelocytes 26 per cent, stabs 18 per cent, polymorphs 46 per cent, 

y, al- lymphocytes 8 per cent, monocytes 2 per cent). This strongly suggested a very severe 

7 infection. 

e left An hour later his systolic blood pressure was 70 mm.Hg. Another intravenous in- 

n by ) jection of sulphadimidine and hydrocortisone was given together with “mephine’’ to 

from try and raise the blood pressure. By then we had done as much as we could to get 

) this man over his illness. We felt he was much too ill to risk moving him to hospital; 
fact, he would almost certainly have died in the ambulance. If he survived another twelve 
about | hours we might get him into hospital the next day. 

aning However, he died at 1.45 a.m. the next morning, at home. To my mind it is this 

e day that makes him such an interesting case. As a rule the cases we discuss here have been 

rmal- thoroughly investigated in hospital but here you can see the difficulties experienced 

ll the | by doctors who have to treat patients in their own homes. 

r that " Question: Was this man shivering at the time you saw him? 

: his Dr. Mather: No, I did not see any sign of this. 

ell to Mr. R. V. Cooke: I see from the history that he was seen by many consultants, many 

epid- 9 of whom had regarded him as neurotic. Did any of the earlier symptoms have any 

ought | ‘elation to the cause of death? Could a diagnosis of a fatal disease have been made 
iin earlier? 
Dr. Mather: We have not yet, of course, heard the postmortem findings but if you 

d not accept our clinical diagnosis of an acute septicaemia with suprarenal haemorrhage 

ard a 1) then it would appear to be something new and quite unrelated to whatever chronic 

at he |) disease he had suffered from for so many years. 

table- Question: Was the purpura an early sign in this case? 

hock. Dr. Spence: No, it came on during the evening, but it advanced very rapidly so that 

sually |) before he died his hands, nose and feet were almost black. 

panioe Dr. N. }. Brown: (presenting the autopsy findings). This man, as you have heard, 

hypo- |) died at home but Dr. Spence asked me to arrange for a postmortem as we sometimes 

iock I |) do in these cases and so he came to see me at Southmead Hospital as a kind of out- 
ep. | | patient! He was a well-nourished, heavily built man with extensive purpura over his 
pulse) face, neck, trunk and limbs. He was deeply cyanosed and had been bleeding from the 

.. mouth. We were soon able to confirm the clinical diagnosis of adrenal haemorrhage 
nees!) |) but first of all I will give you the other findings. 

‘as Te- || — There were a few old adhesions at the base of the left lung; otherwise the serous 

€ Was | cavities were normal. The heart was soft and flabby with dilatation of all its chambers, 

id had | which was consistent with septicaemia. The lungs showed oedema and congestion. 

n Mr. | The spleen was slightly soft and pale but it was not the typical picture of a “septic 

y, that | spleen”. There were no enlarged lymph nodes. The liver was congested and showed 

n 7-45 |) mottling of its cut surface; there was also a curious atrophy of the left lobe. The 

anosis _}7 stomach contained a little blood and there was a chronic ulcer in the first part of the 

. _ duodenum which appeared to have been bleeding a little. There was some blood in 
dinary |} the upper part of the small intestine. Bearing in mind the strange attacks of pain which 
ralised , Dr. Spence has told you about, I tried to find some cause for them. It was possible 
ystoli¢ | that it might have been referred pain from this duodenal ulcer although one would not 

There _ have expected pain from that origin to be under the left ribs. Another possible explana- 

hee . tion was to be found in the fact that his pelvic colon was exceptionally large and was 


| greatly distended by gas. It extended, in fact, right up to the region of the spleen and 
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was kinked at its lower end although there was no apparent organic obstruction. 
It could be that his pains had been due to “‘wind” due to this abnormal colon. I could 
find no better explanation. 

The kidneys showed a little blurring of their pattern and were slightly swollen. The 
thyroid and pituitary were normal. The brain appeared slightly swollen with some | 
hyperaemia of the meningeal vessels but there was no real macroscopic evidence of 
meningitis. The adrenals were greatly enlarged (see Plate III) and the centre of each was 
completely destroyed and filled with fluid blood leaving only a thin rim of cortical 
tissue around the edge. This man died therefore, as was clinically diagnosed, from 
massive bilateral adrenal haemorrhage. 

This condition is known as the Waterhouse-Friderichsen syndrome. It was first 
described by neither of these two authors but by Little in 1901. Waterhouse gave the 
first detailed account in 1911, at which time he was pathologist to the Royal United 
Hospital at Bath. He thought it was due to smallpox. Friderichsen described it in ' 
1918. Since then many cases have been recorded, most of which have been associated 
with septicaemia, of which meningococcal septicaemia is by far the most common. 

In this case I took swabs from various organs and gave them to Dr. Crowther. 
From the lung, adrenal and brain he succeeded in growing gram-negative diplococci 
which were proved by fermentation reactions to be meningococci. When you con- 
sider that this man had been heavily treated with drugs to which these organisms are 
sensitive and that moreover he had been dead for thirty-six hours before I carried out 
a postmortem examination, you will realise how numerous these organisms must have 
been during life for them to have been still recoverable at autopsy. 

Histologically the adrenals showed gross destruction of the medulla and inner part 
of the cortex by haemorrhage. The surviving cortical tissue showed intense capillary 
congestion and small petechial haemorrhages. The brain showed no microscopical 
evidence of meningitis. 

In conclusion I must tell you about a rather surprising finding. In the lung there 
were a few pale subpleural nodules. Histologically these were composed of follicular 
collections of epithelioid cells and giant cells; the lesions were sharply circumscribed, } 
there was no caseation and no acid-fast bacilli were found. These are in fact the | 
lesions of Boeck’s sarcoidosis and when the liver was examined histologically the tiny 
left lobe was found to be absolutely full of similar lesions. Whether this had anything | 
to do with the atrophy of the left lobe of the liver I do not know. What is certain is 
that this man suffered from sarcoidosis in addition to all his other troubles. It is | 
difficult however to see any connection between the chronic disease—sarcoidosis— | 
and the fulminating meningococcal septicaemia which killed him. 

Dr. F. J. W. Lewis: 1 think there may well be such a connection. Sarcoidosis in- 
volves the reticulo-endothelial system and, although I am not saying that it is so, it 
could be that, in this case, the septicaemia became overwhelming because the very 
system which provides the mechanism for combating infection had been partially 
knocked out by sarcoidosis. 

Dr. O. C. Lloyd: Is it a fact that people with sarcoidosis are more liable to get 
septicaemia than normal people? } 
Dr. Lewis: I don’t know, but experimentally if you knock out the reticulo-endo- 

thelial system you do get this effect. 

Prof. T. F. Hewer: Was the rest of the reticulo-endothelial system affected by 
sarcoid? What about the spleen and lymph nodes? I 
Dr. Brown: No. There were no enlarged lymph nodes and a section of the spleen 

showed no sarcoid. 

Prof. R. Milnes Walker: Dr. Brown pointed out that there were a lot of sarcoid 
lesions in the liver and that this might have accounted for what he called atrophy of 
the left lobe. Are we sure that this is really a true atrophy? Do we know that the left , 
lobe was ever any bigger? 

Dr. Brown: We cannot be sure that it was truly atrophy and perhaps I used the)” 
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term without real justification. It is only fair to say that I have seen a number of cases 
at autopsy like this with a small left lobe to the liver and they have not had sarcoidosis 
or anything else to account for it. 

Mr. R. V. Cooke: Occasionally at operation we find that part of the liver is virtually 
missing in a perfectly healthy patient. It is just a normal variation. 

Dr. Brown: I only said the sarcoidosis might have had something to do with it. I 
have no strong feelings in the matter. Shall we agree to say that the left lobe of the 
liver was smaller than usual? 

Dr. Mather: Dr. Crowther also managed to grow meningococci from the blood 
which I took for culture although this was not put straight into broth. This indicates an 
extremely heavy infection. 

Dr. Lloyd: Were they sensitive to the antibiotics already given? 

Dr. F. E. Cates: Sulphadimidine is excellent treatment for most meningococcal in- 
fections but it only inhibits the organisms; it is not bactericidal. Penicillin is bacteri- 
cidal but it might not have been able to reach the organisms for the circulation was 
failing and this drug was not given intravenously. 

Dr. Spence: Ought one to have been able to make the diagnosis earlier in this case? 

Dr. Mather: I do not think so. The course was very rapid making early diagnosis 
extremely difficult. 

Prof. A. V. Neale: Would you ever expect anyone to get better once this massive 
adrenal haemorrhage had occurred? 

Dr. Mather : Cases have been reported which have recovered on the sort of intensive 
therapy which we gave this man. Some had adrenal insufficiency afterwards and had 
to be maintained on adrenal hormones. 

Question: Is there any known source of infection in this case? 

Dr. Mather: Meningococci are found in the throat and nasopharynx in a certain 
number of normal carriers. For some unknown reason the barrier sometimes breaks 
down and the infection spreads in the blood stream. 

Dr. Lewis: The explanation usually given for the purpura in these cases is that there 
occurs a type of Schwartzman reaction mentioned by Professor Neale at a previous 
meeting. In this there are localised areas of sensitization and the toxic circulating 
bacteria act as a “shocking” agent producing necrosis and haemorrhage. The time 
lag between the sensitization and the “‘provoking’”’ dose can be very short—twenty- 
four hours or less. 








Notes and News 


Professor C. Bruce Perry has been appointed Pro-Vice-Chancellor of the University for three 
years from 1st of August. 

Mr. S. D. Loxton has been elected to the Council of the R.C.O.G. 

At the inauguration of the new buildings of the Medical Society of the University of Aix- 
Marseilles the honorary degree of M.D. was accorded to Dr. Macdonald Critchley. 

The Queen presented the award of the Polar Medal to Dr. A. F. Rogers for good services as a 
member of the Commonwealth Trans-Antarctic Expedition. 

Baws P. J. Roylance M.B.BRIST., has been appointed demonstrator in anatomy in the University 
of Bristol. 

Miss Isobel K. E. Brister, M.B.BRIST., D.OBST., has been appointed Assistant M.O. and School 
M.O., Kirkburton, Denby Dale, Colne Valley, Meltham, Holmfirth and Saddleworth. 

—— H. S. Paull, M.B.BRIST., D.P.M., has been appointed Specialist (psychiatrist) Northern 
igeria. 

A “Bristol Young Doctors’ Group’’ has been formed. Its interests are professional and social. 
Dr. Derek Zutschi, Southmead Hospital, is Secretary, and anyone interested may obtain further 
details from him. 

Obituary: Dr. J. F. Coates, Bridgwater. 


ARS MEDICA EXHIBITION 
A unique collection of medical art by Rembrandt, Dannier, Hogarth, Toulouse-Lantrec and 
other great masters entitled ‘‘ Ars Medica ’’, will be on display in the W. L. Cooper Room in the 
University Library, 18th to 22nd of August. 
EXAMINATION RESULTS 


UNIVERSITY OF BRISTOL 


M.D. M.Sc. 
H. M. Leather. Barker, Ruth M. 
H. Urich. Khurshid-un-nisa Chaudhri 
Mearns, J. T. 
M.B., Ch.B. 
WITH SECOND CLASS HONOURS 
Marcus, R. T. 
Nicholas, M. 
Sharpe, R. A. 
PASS 
Abraham, R. A. R. Marot, Yvonne E. J. 
Allen, Daphne M. Milner, B. S. 
Brewer, Sarah M. Murphy, C. D. 
Brooking, Barbara A. Nagpal, V. P. 
Brunning, J. Olurin, E. O. 
Bunting, R. A. Packer, Glenys R. 
Burchill, J. B. Parker, M. L. 
Busson, M. Patel, M. P. 
Coombes, Joan R. Roome, A. P. C. H. 
Dada, T. O. Saunders, M. H. 
Dent, P. Seymour, E. J. 
Egonu, S. V. C. Skerrett, F. D. 
Entwistle, C. C. Slater, J. M. 
Gardner, P. T. Surveyor, I.(with Distinction in Public Health) 
Huish, R. A. G. Thean, L. H. 
Hulands, G. H. Viswalingam, U. 
Lewis, F. W. Ward, J. T. 
Leyton, Susi G. Whitehead, Juliet M. 
McConnell, Alison J. Wilmot, Mary G. 
D.P.H. 
Ba Thein Sheerboom, D. J. 
Irani, A. Z. Singh, K. M. 
Lockett, H. I. Stevenson, Audrey B. 
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APPOINTMENTS 


PRIZES 


Thomas Francis Edgeworth and Francis Henry Edgeworth Prize: Mr. E. M. Sedgwick. 
Richard Clarke Prize for Child Health: Mr. R. T. Marcus. 
Edward Fawcett Memorial Prize: Mr. B. H. Cummins. 
Foyle Prize: Mr. B. H. Cummins. 


A ppointments 


SOUTH WESTERN REGIONAL HOSPITAL BOARD 


Name 


SKINNER, P. A., M.B., B.S. 
(LOND.), F.F.A.R.C.S. 


JoHNSON, W., M.R.C.S., 
L.R.C.P. 
Burcess, G. W., M.B., 
B.S.(SYDNEY). 

Name 


BOREHAM, P. F., M.A., 
M.B., M.CH.(CANTAB), 
F.R.C.S.(ENG.). 

MULLALLY, SHEILA, M.B., 
B.S., D.A. 

McCLELLAND, H. A., M.B., 
B.S.(DURHAM), D.OBST. 
RC.0.G., D.C.H. 

GompPERTZ, R. M. H., M.B., 
B.S.(LOND.), D. OBST. 
R.C.0.G., D.C.H. 

Hupson, Joan, I., M.B., 
B.CHIR.(CANTAB), D.P.M. 
(LOND.). 


Name 


James, J. L., B.SC., M.B., 
CH.B.(B’TOL). 
BazeLey, R. W., 

B.S.(LOND.). 


Burrowes, W. L., M.D., 
M.R.C.P. 


M.B., 





; 


PINCHING, J., B.M., B.CH. | 


(OXON), M.R.C.P. 
Ronn, H. H., M.B., B.S. 
(LOND.), M.R.C.P. 
Hicerns, P. J., 





M.B., 


B.CHIR.(CANTAB). 


MARCH—7FUNE, 1958 


BRISTOL 
Appointment 
Senior Anaesthetic Registrar, 
Frenchay Hospital. 


Registrar in Child Psychiatry & 
Mental Deficiency, Bristol 
Child Guidance Clinic and 
Hortham Hospital. 


Surgical Registrar, Weston- 
super-Mare General Hospital. 


Formerly 


Anaesthetic Registrar, Radcliffe 
Infirmary, Oxford. 


Psychiatric Registrar, St. 
George’s Hospital, Stafford. 


Holding same post on locum 
tenens basis. 


NORTH GLOUCESTERSHIRE 


Appointment 


Consultant Surgeon, North 
Gloucestershire Clinical Area. 


G.P. Anaesthetist, Gloucester- 
shire Royal Hospital. 

Medical Registrar, Cheltenham 

General Hospital. 


Clinical Assistant in Paediatrics, 
Cheltenham General & Mater- 
nity Hospitals. 

Assistant Psychiatrist, Horton 
Road and Coney Hill Hospitals, 
Gloucester. 


BATH 
Appointment 


Medical Registrar, Bath Group 
of Hospitals. 


Clinical Assistants in General 
Medicine in the Bath Group of 
Hospitals each undertaking one 
session weekly. 


Clinical Assistant in Paediatrics 


in the Royal United Hospital, 
Bath. 


Formerly 
Senior Surgical Registrar, 
Whittington Hospital, High- 
gate. 


Is in general practice in Chelten- 
ham. 


Locum appointment at Benshaw 
*General Hospital, Gateshead. 


Is in general practice in Chelten- 
ham. 


J.H.M.O., Fairdene and Neth- 
erne Hospitals. 


Formerly 
S.H.O. in General Medicine, 
Bristol Royal Infirmary. 
Is in general practice in Rad- 
stock. 


Is in general practice in Cor- 
sham. 


Is in general practice in Wells. 


Is in general practice in West- 
bury. 

Is in general practice in West- 
bury. 


Name 


BartTLett, J. E. A., M.D. 
(ABERDEEN), M.R.C.P. 
(EDIN.), D.P.M.(LOND.) 


Spencer, S. J. G., M.A., 
D.M.(OXON.), D.P.M. 
(LOND. ). 


SHEACH, JEAN M., M.D., 
(ABERDEEN), D.M.R.D. 


HEwItTt, Mark, M.B., B.S. 
(LOND.), M.R.C.P. 


Jain, C. M., M.B., B.S. 
(AGRA), D.L.O.(LOND.). 


WILk1ns, J. L., M.B., B.S. 
(LOND. ). 


Name 
Cote, F. L., M.B., B.CH. 


Tuomas, D. P., M.B., B.S. 


Mayo, K. M., M.B., CH.B., 
D.M.R. 


APPOINTMENTS 


DEVON AND CORNWALL 


Appointment 


Medical Superintendent, 
minster Hospital, Exeter. 


Ex- 


Consultant Psychiatrist, Digby- 
Wonford Hospital, Exeter. 


Consultant Radiologist, Exeter 
Clinical Area. 


Consultant Venereologist, West 
Cornwall Clinical Area. 


E.N.T. Registrar, South Devon 
& East Cornwall Hospital, 
Plymouth. 


Formerly 


Consultant Psychiatrist, Park 
Prewett Hospital, Basingstoke; 
Royal Hampshire County 
Hospital; Winchester and 
Aldershot Hospitals. 


First Asst. Dept. of Psycholo- 
gical Medicine, University of 
Durham. 

Assistant Radiologist, 
Bristol Hospitals. 
Also Consultant Dermatologist 
in West Cornwall Clinical 

Area. 
Out-Patient Officer, Royal 


National Throat, Nose & Ear 
Hospital, London. 


United 


Paediatric Registrar, South Devon Medical Registrar, Essex County 


& East Cornwall Hospital, 
Plymouth (joint appt. with 
U.B.H.). 


SOUTH SOMERSET 


Appointment 


Anaesthetic Registrar to South 
Somerset Clinical Area based at 
Taunton & Somerset Hospital. 


Hospital, Colchester. 


Formerly 


Anaesthetic Registrar, Royal 
Bucks Hospital, Aylesbury. 


UNITED BRISTOL HOSPITALS 


MARCH—JUNE, 1958 
Appointment 


Part-time Registrar in Diagnostic 
Radiology 


Part-time Registrar in Diagnostic 
Radiology. 


Research Assistant in Radiology. 


Formerly 





UNIVERSITY OF BRISTOL 


A Short Intensive Refresher Course has been arranged for General Practitioners 
at Weston-super-Mare Hospital, Weston-super-Mare, 
from 3rd October to 5th October, 1958 


This coincides with the Annual General Meeting of the 
College of General Practitioners 


PROGRAMME 
Friday, 3rd October 
2.30 to 3.30p.m. ‘‘Micturition Disorders in ASHTON MILLER, M.A., M.D., 
Children and Adults.” F.R.C.S. 


3.30 to 4.30 p.m. ‘Vascular Emergencies.” Professor R. MILNes WALKER, 
M.S., F.R.C.S. 
4.30to 5.00p.m. ‘Tea. 


5.00 to 6.00p.m. “Recent Developments in R. H. BELSEY, M.S., F.R.C.S, 
Thoracic Surgery.” 


Saturday, 4th October 

9.30 to 10.30 a.m. “Children, their Fears and R. F. BaRBour, M.A.,, F.R.C.P., 
Problems.” D.P.M. 

10.30 to 11.30 a.m. ‘Diagnosis and Treatment of C. J. FULLER, D.M., F.R.C.P. 
Thyrotoxicosis.” 

11.30 to 11.45 a.m. Coffee. 

11.45 to 1.00p.m. ‘Domestic Hazards.” A. M. G. CAMPBELL, D.M., 


F.R.C.P. 
1.00 to 2.15 p.m. Lunch. 


2.30 to 3.30p.m. “The Role of Public Health Professor R. C. WOFINDEN, 
in Geriatrics.” M.D., D.P.H. 


3.30 to 4.30 p.m. “Aural Infections.” H. D. FARMAN, M.B., F.R.C.S.E. 
D.L.O. 
30to 5.00p.m. ‘Tea. 


5.00 to 6.00 p.m. ‘Intestinal Obstruction.” R. V. COOKE, M.S., F.R.C.S. 


Sunday, 5th October: 


10,00 to 12.45 p.m. Clinical Demonstrations of 
Cases and Discussion by the 
Staff of Weston General 
Hospital. 


| (Coffee 11.30 to 11.45 p.m.) 


Those wishing to attend should apply to: 


The Medical Postgraduate Dean, 
University of Bristol. 
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The following Sunday Morning Lecture-Demonstrations have been arranged 
for General Practitioners during the Winter Term 1958 


Sunday, 26th October, Dept. of Med., B.R.I. 
“Management of Sepsis.” H. K. Bours, F.R.C.S. 


/ 
¥ 
3 
/ 
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Sunday, 2nd November, Bristol General Hospital 
‘Menstrual Irregularities.” S. D. LoxTON, F.R.C.S., M.R...0.G. 


Sunday, 9th November 
No lecture. 


Sunday, 16th November, Dept. of Med., B.R.I. 


Symposium: ‘‘Upper Limb Pain.” H. G. MATHER, M.D., M.R.C.P., 
ymp 
D. MERVIN JONES, F.R.C.S. 


Sunday, 23rd November, Dept. of Med., B.R.I. 


“Work of the Marriage Guidance Council.” H. J. ORR-EWING, M.C., M.D., 
F.R.C.P., and other speakers. 


Sunday, 30th November, Children’s Hospital 
“*Affections of the Hip in Childhood.” A. L. Eyrr-Brook, M.S., F.R.C.S. 


Sunday, 7th December, Dept. of Med. B.R.I. 
“Regional Ileitis.” W. R. BLACK, F.R.C.S. 


Sunday, 14th December, Dept. of Med., B.R.I. 


“Common Dental Emergencies.” Professor A. I. DARLING. 
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